Patients with Wolff-Parkinson-White syndrome may present with syncope which is often assumed to be related to atrial fibrillation with a rapid ventricular response caused by conduction through an atrioventricular connection. Ventricular tachycardia has also been regarded as the probable cause of neurological symptoms in patients with ventricular preexcitation.1
We have compared the occurrence of ventricular tachycardia induced by programmed electrical stimulation in patients with Wolff-Parkinson-White syndrome with that in control patients.
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The significance of induced ventricular tachycardias in patients without spontaneous ventricular arrhythmia is uncertain. Multiform ventricular tachycardia is the most frequent ventricular arrhythmia initiated by programmed electrical stimulation in patients without spontaneous sustained arrhythmias and without structural heart disease. The occurrence of this arrhythmia increases with the number of extrastimuli used in the stimulation protocol. 6 In most reports the occurrence of nonsustained ventricular tachycardia induced by two extrastimuli was low in normal subjects (0-7% to 2%). 8 In the study of Morady et al non-sustained ventricular tachycardia was not induced by stimulation with up to three extrastimuli in patients without structural disease who had no spontaneous ventricular tachycardia, but was frequently induced in patients with structural disease who had no spontaneous ventricular tachycardia.9 None the less, a high frequency of multiform ventricular tachycardia was reported by Wellens et al in 32 patients without structural heart disease who were evaluated for suspected supraventricular arrhythmias; this arrhythmia was induced by up two extrastimuli during sinus rhythm and ventricular pacing in 38% of this group. 10
In our study, non-sustained ventricular tachycardia was induced in only one (3%) of the control group. On the other hand, inducible non-sustained ventricular tachycardia was common (37%) in patients with Wolff-Parkinson-White syndrome and without other heart disease.
The high incidence of multiform ventricular tachycardia associated with the preexcitation syndrome resembles the high incidence of atrial fibrillation in Wolff-Parkinson-White syndrome (from 1% to 32% The worsening of prognosis when the Wolff-Parkinson-White syndrome is associated with another organic heart disease might be explained by mechanisms such as an increased atrial and ventricular vulnerability, leading to atrial fibrillation, followed by a ventricular fibrillation. Associated heart diseases are frequent in Wolff-Parkinson-White syndrome,20 21 particularly ventricular diseases which could facilitate ventricular vulnerability, such as operated congenital heart disease, hypertrophic cardiomyopathy, or mitral valve prolapse.
Deaths related to Wolff-Parkinson-White syndrome are rare, however, and generally prognosis is considered to be good. 22 Eleven follow up studies of Wolff-Parkinson-White syndrome cases were published between 1962 and 1985. The incidence of deaths related to this syndrome ranged from 0 to 2%. 23 In a recent personal study, the follow up of 195 patients with Wolff-Parkinson-White syndrome for more than three years, there were only two deaths that could be related to this syndrome. 23 One of these was due to an atrial fibrillation, conducted through a Kent bundle with a short refractory period, and the other was a case of sudden death in a 12 year old girl during competitive sport. Neither a clinical examination nor a necropsy was performed in the latter case. There was a high frequency of associated heart disease (24%) and six deaths were related to a complex congenital heart disease.
Studies of the causes of deaths in the Wolff-Parkinson-White syndrome generally report that death was associated with atrial fibrillation with rapid ventricular response via the accessory pathway leading to ventricular fibrillation. The inducibility of ventricular tachycardia in a patient with Wolff-Parkinson-White syndrome therefore is probably not clinically important. Underlying heart disease, however, should always be sought. If it is found, the patient should be considered to be at risk of ventricular arrhythmias because electrical instability is being caused by the accessory pathway and by the associated heart disease.
We conclude that inducible multiform ventricular tachycardia is more common in patients with Wolff-Parkinson-White syndrome who have no organic heart disease but have anterograde preexcitation than in patients without organic heart disease and without Wolff-Parkinson-White syndrome.
Both advanced organic heart disease and the Wolff-Parkinson-White syndrome can lead to the induction of multiform ventricular tachycardia.
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